A 16-month-old girl with acute lymphoblastic leukemia expired during Hickman catheter insertion. She had undergone chemoport insertion of the left subclavian vein six months earlier and received five cycles of chemotherapy. Due to malfunction of the chemoport and the consideration of hematopoietic stem cell transplantation, insertion of a Hickmann catheter on the right side and removal of the malfunctioning chemoport were planned under general anesthesia. The surgery was uneventful during catheter insertion, but the patient experienced the sudden onset of pulseless electrical activity just after saline was flushed through the newly inserted catheter. Cardiopulmonary resuscitation was commenced aggressively, but the patient was refractory. Migration of a thrombus generated by the previous central catheter to the pulmonary circulation was suspected, resulting in a pulmonary embolism.
suggests that the incidence is under-recognized because of a low index of suspicion and the masking of symptoms by underlying disease in pediatric settings. Therefore, the condition is mainly diagnosed at autopsy and the mortality rate was reported to be around 10%. [1] PE originates most commonly from deep venous thrombosis (DVT) in conditions of venous stasis, endothelial damage, and hypercoagulable states. These situations are frequently induced by cancer, because chemotherapeutic agents release hormones causing hypercoagulable states, patients often experience reduced mobility and the frequent presence of a central venous catheter (CVC), or there is possible venous obstruction from the tumor itself. The presence of CVCs is the single most important risk factor for DVT in children; 94% of neonates and 37% of children 1 month to 18 years of age who have DVT has been reported to have CVCs. [2] The American College of Chest Physicians guidelines reported that at least 85% of DVTs are related to CVCs and nearly all DVT-related deaths are associated with CVCs. [3, 4] Herein, we report a case in a cancer patient of suspected PE due to migration of a thrombus from a previously inserted CVC. A 16- 
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Discussion
This case was considered to be a pulmonary thromboembolism (PTE) due to migration of a venous thrombus arising from the previous central catheter. Although many diagnostic tools failed to be applied in this case because of the sudden onset compromise, the intraoperative situation, monitoring, and laboratory findings may reflect this case as a PTE. Actually diagnosing PE is not easy especially in anesthetized, mechanically ventilated patients. In most cases, dyspnea and tachycardia accompany PE, but these could be masked or misread during general anesthesia. In this case, the sudden bradycardia just after the saline injection was first thought to be a reflex phenomenon, but it was not resolved by epinephrine injection. Elevated HR was noticed for a very short period, but it was in an acceptable range and this could also appear due to decreased anesthetic delivery at the end of surgery. Derish et al. isbecause flow stasis is more prominentin children because they have a higher CVC/vein ratio. [11] Left-side insertionthrough thesubclavian vein is associated with an increased risk for VTE because a longer horizontal course leads to a sharper angle to the SVC, thus increasing the potential for endothelial damage. [12] A large case-control study developing a new risk score for hospital-associated VTE in noncritically ill children revealed a CVC, infection, and length of stay more than four days as significant risk factors for VTE, and of the risk factor of CVC, 94% of CVCs were located at the same location as the clot. [13] In acute PE, markedly reduced values for EtCO 2 and as increased difference between arterial and end-tidal CO 2 measures would be observed. [14] In pulmonary arterial obstruction, the pulmonary dead space is increased and pulmonary capacity for the elimination of CO 2 is reduced. [15] In severe pulmonary arterial obstruction, cardiac output and pulmonary arterial perfusion are reduced; therefore, the pulmonary arterial supply of CO 2 is low and the alveolar CO 2 diffusion is reduced. [16] However, this phenomenon is not limited to PE only, and left-sided heart failure rather than PE itself may also cause the specific PaCO 2 -EtCO 2 trend. However, in this case, the difference between arterial and end-tidal CO 2 and the difference between arterial and alveolar O 2 was too extreme even during the early period of CPR with adequate chest compressions and ventilations ( Table 2 ). The occurrence of an unexplained shock right after the injection of the irrigating fluid may reflect the possibility of PE. This difference cannot be explained except for the abrupt cessation of pulmonary circulation.
The administration of thrombolytic therapy during CPR in adult patients had been reported to reduce the mortality, although it has classically been contraindicated. [17] It is a high risk procedure that can produce serious complications such as fatal hemorrhage. Pavlovic et al. [18] reported a case of massive PE in an adult patient, who was successfully treated with extracorporeal membrane oxygenation (ECMO). They recommended considering ECMO as a firstline therapy although current guidelines do not consider it a first-line therapy. However, undetected PE is unfortunately too common in pediatric patients and most of them were proved by autopsy, so making the decision to administer thrombolyticsor ECMO in these situations is challenging.
In conclusion, this case was considered to be a PTE due to migration of a venous thrombus generated by a previous 
